aqueous NaOH solution (6.8 mL) at 0 ºC. Subsequently, a 2 M aqueous NaOH solution (6.8 mL)
was added dropwise to the reaction mixture, and the mixture was stirred for 20 h at 0 ºC and washed by diethyl ether. A 5 M aqueous HCl solution was added dropwise to the aqueous layer until the pH of the solution became 1. Insoluble solid that separated was collected by filtration to give compound 2 as a white solid (2.51 g, 88%); 1 H NMR (CDCl 3 , 300 MHz) δ: 7.36 (5H), 5.22
(J = 94 Hz, 1H), 5.14 (s, 2H), 4.05 (dd, J = 140, 5. 
Metabolic reactions of L-Dopa to dopamine and its inhibition in mouse liver lysate
The liver tissue of a female C57BL/6J mouse weighing ~15 g was harvested and and 10% (v/v) liver lysate. After incubation at 37 ºC for 45 min, the mixture was heated at 90 ºC for 2 min to quench the reaction. The mixture was lyophilized to dryness, dissolved in D 2 O (500 μL), and subjected to NMR analysis (256 scans). All animal experiments were performed according to the Institutional Guidance of Kyoto University on Animal Experimentation.
Metabolic and pharmacokinetic analyses of L-Dopa/dopamine in mice
Female BALB/cCrSlc mice weighing ~16 g were injected intraperitoneally with an aqueous saline solution of 13 C/ 15 N-L-Dopa (0.63 mmol/kg), carbidopa (0 or 63 μmol/kg), and MAO inhibitors (clorgyline and selegiline, 0 or 63 μmol/kg). The mouse was sacrificed by an overdose of anesthetic 1 h after the administration of L-Dopa/inhibitor(s). The whole brain and whole liver were harvested and homogenized in 2-fold weight (compared with the tissue weight, i.e., 400 mg in the case of the brain) of 10% trichloroacetic acid (TCA). 13 C/
